Glucose-depletion suppresses synaptic transmissions in rat dorsolateral septal nucleus.
Removal of extracellular glucose hyperpolarized the post-synaptic membrane of dorsolateral septal nucleus (DLSN) neurons. Glucose-depletion suppressed the excitatory postsynaptic potential (EPSP) and the late hyperpolarizing potential (LHP) without affecting the responses induced by glutamate or baclofen. Glibenclamide did not antagonize the effects produced by glucose-depletion. These results suggest that glucose is necessary to maintain the membrane excitability and transmitter-release in rat DLSN.